. [1] The migration of SMC from media to intima and the change of the SMC phenotype from contractile state to synthetic state are considered as the major events in the atherosclerotic process. [2, 3] They are caused by endothelial cell dysfunctioning [1, 4] which is signalled to SMC by cell to cell interaction. [5, 61 Thus, SMC undergo the change of their phenotype and become synthetic and proliferative (SMCs). [7] [12, 13] Our study was carried out on aortic SMCs Ross, [17] modified by Bourdillon et al. [18] Figure 1 8, 6 by the method of Towbin et al. [22] Transferred proteins were incubated with first antiserum (at 4/100 dilution). After an overnight incubation at 4C, a second specific antiserum (at 1/250 dilution, Sanofy) linked to the peroxidase was added to bind the antigenantibody complex during a 2-h period at room temperature; the bands were revealed by tetrachloride 3-3 DAB 0.5%.
We prepared in our laboratory the rabbit antiserum against bovine type I collagen (Sigma) 
RESULTS

Biochemical Study
The biochemical parameters can be seen in Figure 6 . Otherwise, the antiserum used is known to react favourably with both chains. Before the biosynthesis study procedure, a densitometric analysis was made SDS-PAGE gel. The profiles of c chains of collagen types, obtained from medium and cells are shown in Figure 7 . They showed more modifications in diabetic state and under insulin effect.
DISCUSSION
According to the works of Marqui6 et al. [16, 231 and Lahfa et al., [24] [25] Simons and Vanderbroeck [26] have noted these morphometric changes in aged cells [26] and the early ageing characterised the diabetic angiopathy. [27] In diabetic state, collagen biosynthesis is marked by a statistical increase of the labelled proline pool in ECC (x5.6) and ICC (x9.3), corresponding to the anarchic synthesis and disorganisation of the ECM during the atherosclerotic process development. [12] The newly synthesised collagen that constitutes the major ECM component, [28] marks the aggravation of the cellular alteration due to diabetes and causes fibrosis state. [29, 30, 31] In fact, the fibrosis of the aortic wall would be due to the presence of collagen, [32] which is dominant in the proliferative intima. [33] Our qualitative and quantitative study on the phenotypic expression of collagen has shown that cultured SMCs of the normal and diabetic Psammomys obesus synthesise more type I than type III collagen, in accord with the results of Layman et al. [34] [36] have shown that SMC produced essentially collagen I and III. Ang et al. [37] have observed an activation of mRNA coding 1 (I) and czl (III) chains of procollagen in rabbit synthetic SMCs. Compared with control, the diabetic state induced a large increase in type I and type III collagen biosynthesis and secretion. In addition, comparatively to collagen III, collagen I appeared more important in the medium (x10.8 vs x9.3) than in the cells (x13.6 vs x11.6). Robert [29] indicated that the newly synthesised collagen in the atherosclerotic lesions is due to type I collagen. Karim et al. [33] have noted equally an increase of mRNA coding for 01 (I) zl (III) chains after 30 days of experimental angioplasty. Katsuda et al. [32] have shown the coexistence of the two phenotypes in the intimal lesions, but type I collagen would stimulate the SMC migration, t38] During the development of the atherosclerotic process, many authors showed that collagen molecules are also subject to qualitative alterations.
These alterations would correspond to the progressive insolubility [39] and to the nonenzymatic glycosylation [40] which accelerates the macroangiopathic progression. [1, 6] 
